Anomalous macrovessels may cause visual impairment when crossing the fovea.
1,2 Some may be considered as arteriovenous anastomoses.
Case report
A 19-year-old white man had a history of long-lasting reduction of vision in his right eye. Visual acuity was 
Comment
Archer et al 3 have classified retinal arteriovenous anastomoses in three groups depending on the caliber of the communicating vessels, and on the presence of a capillary plexus bridging these vessels, on the grade of visual impairment. This case likely belongs to group 2 of this classification, which includes single or multiple direct arteriovenous communication without capillary bed. Congenital retinal macrovessels are thought to develop at about 15-16 weeks of gestation when mesenchymal cells differentiate into arteries and veins. In normal conditions, high levels of oxygen lead to the obliteration of vessels in foveal area, whereas when hypoxia occurs, vascular proliferation may reach the centre of the foveola. 4 Involvement of the fovea may determine a reduction of visual acuity, stable at longterm follow-up. 2 Visual impairment has been generally attributed without any significant evidence to the mere presence of the macrovessel in the foveal area, rather than to an anomalous development of the neuroretina caused by the abnormal vessel.
2,4,5 Nevertheless, in these reports, no OCT had been performed. In this reported case, live microstructural evaluation with OCT has shown non-oedematous foveal thickening and a high-tomedium hyper-reflective area near the vessel that distorted the retinal architecture. Usually at OCT, normal neuroretinal layers are weakly to moderately backscattering, whereas hyper-reflectivity is often due to the presence of fibrosis or blood. Many studies have reported that hypoxia determines fibrogenesis, as it enhances the proliferative responses to mitogens, including platelet-derived growth factor , fibroblast growth factor 2 , and epidermal growth factor. 6, 7 We could speculate that a low intrauterine concentration of oxygen may give rise to both the abnormal retinal vessel and a paravascular fibrosis, which would replace normal retinal layers, resulting in hyper-reflectivity at OCT. The pinpoints of higher reflectivity could represent intraretinal capillaries, whose presence seems possible while considering the abnormally rich capillary bed.
In conclusion, the stable visual impairment occurring in the presence of a macular abnormal macrovessel may be attributable to the loss of the normal architecture of the fovea, which has been observed at OCT. This retinal distortion could be consequent to developmental abnormalities occurring after an intrauterine hypoxic stimulus. We demonstrate two useful techniques of endoscopeguided vitrectomy for rhegmatogenous retinal detachment (RRD) and proliferative vitreoretinopathy (PVR). The endoscope has been used for over 10 years in vitreoretinal surgery.
1,2 Using this endoscopic system at any time during surgery, surgeons can examine the intraocular structure such as the ciliary sulcus, pars plana or vitreous base and obtain valuable information to help them complete surgery. 3 Until now, the endoscope has been found to be useful, limited in treating patients undergoing transpupillary vitreous surgery owing to problems in the anterior segment such as corneal opacity, small pupils, etc.
The endoscope that we used was a Solid Fiber Catheter AS-611 (FiberTech, Tokyo, Japan). One additional technique is for RRD without drainage retinectomy (intentional retinal hole). We introduced the insertion tube of the endoscope into the eye through the opening for illumination made to the sclera, then the original holes or tears were detected; the head position was
